A 77-year-old man developed acute vertigo and unsteady gait. Neurological examination revealed spontaneous left-beating nystagmus in the primary position. He fell to the left when walking without support. Magnetic resonance imaging showed an acute infarction involving the right parieto-temporal lobe. Although the vertigo and unsteady gait are most often associated with vestibular disorders involving the infratentorial structures, those may occur in cerebral infarction of the parieto-temporal lobe. Vertigo is most often associated with vestibular disorders involving the infratentorial structures such as the semicircular canals, vestibular nerve, brainstem, or cerebellum.
Vertigo is most often associated with vestibular disorders involving the infratentorial structures such as the semicircular canals, vestibular nerve, brainstem, or cerebellum. 1, 2 However, since vestibular signal reach the vestibular cortex through the thalamus, any supratentorial lesion that disturbs this transmission can also produce vestibular dysfunction. 2 Here, we report a rare case of parieto-temporal infarction that presented with rotational vertigo and unsteady gait.
Case Report
A right-handed 77-year-old man developed acute rotational vertigo and unsteady gait 5 days prior to admission. He also complained of nausea and vomiting. The vertigo was not posture-related and was present throughout the day. He denied tinnitus, sensory disturbances, or muscle weakness. Thus, insular cortical infarction could produce spinocerebellar dysfunction that would result in axial lateropulsion.
Another possible explanation is that the lesions to the insular cortex may have induced axial lateropulsion by involving the dentatorubrothalamic tract. The insula also has connections with the thalamus that participates in the dentatorubrothalamic tract. 2 Thus, an insular cortical lesion may also induce cerebellar dysfunction and resultant axial lateropulsion.
Cerebral hemispheric lesions involving the human homologues of medial temporal and middle superior temporal areas in monkeys can induce pursuit-paretic nystagmus due to impairment of contolling horizontal smooth pursuit. 6, 7 However, pursuit-paretic nystagmus usually beats toward the side of the lesion, whereas the nystagmus in our patient beats away from the side of the lesion. 6, 7 Thus the possibility of pursuit-paretic nystamgus was low in our patient.
We conclude that the rotational vertigo and unsteady gait in our patient resulted from a cerebral infarction of the parieto-temporal lobe.
